The massive dysfunction of hepatocytes in fulminant hepatic failure has been documented both histologically and by functional measurement such as the galactose clearance capacity.' Less is known about Kupffer cell function.2 The latter is important not only in relation to specific functions of the reticuloendothelial system but also because the degree of hepatocellular damage may be profoundly modified by altering reticuloendothelial function.3 Blockade or stimulation of the reticuloendothelial system in experimental galactosamine hepatitis results in aggravation or prevention respectively of the liver cell lesion. Other studies in ischaemically induced hepatic necrosis have shown that survival is influenced by changes in reticuloendothelial function4 which may be related to the failure of the damaged Kupffer cells to clear gut-derived endotoxins from portal venous blood. Systemic endotoxaemia has been implicated in the pathogenesis of renal failure, intravascular coagulation, and gastric mucosal haemorrhages in patients with fulminant hepatic failure. 5 We have assessed reticuloendothelial function in 36 patients with fulminant hepatic failure by measuring the blood clearance of microaggregated iodinated human albumin. At the same time the hepatocyte functional cell mass was determined by a galactose clearance test.
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Methods
PATIENTS
The 36 patients studied (19 women, 17 men; aged 16-65 years) all fulfilled the criteria for fulminant hepatic failure.6 All had severe hepatic necrosis, considerably raised serum aspartate transaminase levels (3600±SEM 713 IU/l), and a prothrombin time prolonged by 97±8.6 s (mean±SEM). Liver failure was attributed to paracetamol overdose in 24 patients, viral hepatitis in nine (HAV in five, HBV in three, and NANB in one), and halothane associated hepatitis in three. The patients received intensive care as described elsewhere7 and a daily period of haemodialysis using the polyacrylonitrile membrane (RP6) and / The normal reticuloendothelial function found in six patients with severe hepatic necrosis not progressing to encephalopathy is interesting, as experimentally induced hepatic necrosis due to either ischaemia or galactosamine can be influenced by both reticuloendothelial blockade and stimulation.4 17 An intact reticuloendothelial system may therefore be preventing the entry into, or promoting the removal from the circulation of potential cerebral toxins. The identity of these substances is unclear, although endotoxins have been shown to cause cerebral damage in neonatal cats,'9 and levels were found to correlate with the level of encephalopathy in a patient with Reye's syndrome.20
The importance of Kupffer cell function during the course of fulminant hepatic failure is also reflected in the significantly worse reticuloendothelial function found in patients who developed renal failure. This is in accord with the current views on the mechanism of this complication: renal failure in fulminant hepatic failure has been attributed to systemic endotoxaemia5 which results in reduced renal perfusion. 
